A new syndrome has been described comprising polyneuropathy, oedema, hyperpigmentation and thickening of the skin, gynaecomastia in males and amenorrhoea in females, monoclonal gammopathy, papilloedema and diabetes. There is frequent osteosclerosis with or without plasmacytoma, hepatosplenomegaly and polycythaemia. There is a good response to corticosteroids, immunosuppressive drugs and occasionally to excision or irradiation of the plasmacytoma. This syndrome was first described in Japan, and is still seen predominantly there, and only occasionally in other areas. An example in a 51-year-old Spanish female is described: she had a spectacular response to prednisone and melphalan. The aetiopathogenic possibilities are discussed.
Introduction
Iwashita, Inoue and Nagamatsu (1971) first described a patient with monoclonal IgG-lambda gammapothy, polyneuritis, skin hyperpigmentation, hyperhidrosis, hypertrichosis and subclinical diabetes, in whom the post-mortem study failed to demonstrate the existence of solitary plasmacytoma, multiple myeloma, collagenosis, amyloidosis or malignancy. Other cases have been described since, with very similar characteristics (Imawari et al., 1974; Akihama, Miura and Shibata, 1975; Saikawa, Nagamatsu and Igata, 1975; Amiel, Machover and Droz, 1975; Trentham, Masi and Marker, 1976; Iwashita, 1976; Lievre, 1977;  Meshkinpour, Myune and Kramer, 1977) . In another group with a similar clinical picture (Scheinker, 1938; Crow, 1956; Gupta and Prabhakar, 1965; Shimpo, 1968; Shimomori and Kusumoto, 1970; Yodoi, Takatsuki and Wakisaka, 1973; Shimizu, 1974;  Nishitani, Noguchi and Fukase, 1975; Iwashita et al., 1977; Waldenstrom et al., 1978) , there is either a solitary plasmacytoma or an atypical myeloma, the most unusual feature being osteosclerosis. Most of the patients have been Japanese, although cases have been observed in Austria (Scheiker, 1938) , England (Crow, 1956) , India (Gupta and Prabhakar, 1965) , North-America (Trentham et al., 1976; Meshkinpour et al., 1977) , France (Amiel et al., 1975; Lievre, 1977) and Sweden (Waldstrom et al., 1978) . This communication presents one patient with all the features of the syndrome which has lately been designated as 'plasma cell dyscrasia with polyneuritis and multiple dermic and endocrine alterations', or 'multisystemic syndrome of unknown origin' (Meshkinpour et al., 1977 Also negative were the following determinations: tests for HBsAg, anti-nuclear, anti-mitochondrial and anti-smooth muscle antibodies, cryoglobulins and Singer-Plotz test. The plasma proteins were: albumin 41-0 g/l; oci-globulin, 3-0 g/l; M2-globulin, 6-0 g/l; P-globulin, 10-0 g/l; y-globulin, 23-0 g/l. Immunoglobulin quantification: IgG, 22-3 g/l (normal range 8-18), IgA, 2-45 g/l (0-9-4-5); IgM, 1-25 g/1 (0-6-2-5). Immunoelectrophoretic study against anti-IgG, anti-IgA, anti-IgM, anti-kappa and anti-lambda light chains demonstrated both in plasma and in urine an IgG-lambda paraprotein.
The bone marrow study was reported as normal, with 1 % plasma cells.
The X-rays disclosed only right pleural effusion, dorso-lumbar spondilo-arthrosis and vascular calcification in the pelvic area. A barium-meal was normal. There were no osteolytic or sclerotic foci.
A liver scan showed 'non-specific hepatosplenomegaly'.
Rectal mucosal and hepatic biopsy samples were normal. There were no deposits of amyloid material. The skin biopsy study yielded only collagenization of the dermis, and the muscle biopsy showed signs of muscle atrophy only.
Lumbar puncture showed a clear CSF containing 0-53 g/l protein but was otherwise normal. CSF protein electrophoresis, performed after institution of treatment, showed increased y-globulin.
Nerve-conduction studies were performed. (Iwashita et al., 1971; Akihama et al., 1975; Saikawa et al., 1975; Amiel, et al., 1975; Iwashita, 1976; Lievre, 1977) . Against this possibility is the existence of cases without paraprotein, but with hypergammaglobulinaemia (Imawari et al., 1974; Trentham et al., 1976; Meshkinpour et al., 1977; Scheinker, 1938; Crow, 1956; Gupta and Prabhakar, 1965; Shimomori and Kusumoto, 1970) . However, as benign monoclonal gammopathy is relatively frequent, one would expect a more frequent presentation of this syndrome and, finally, there are only rare cases of polyneuropathy ascribed to 'benign' paraproteinaemia (Read, Vanhegan and Matthews, 1978 (Trentham et al., 1976) (Wiltshaw, 1976 
